Summary
Injection of a hyperphysiological dose of 17P-estradiol to the rat elicits a translocation of the cytoplasmic estrogen receptor in the kidney. This is followed, a few hours later, by an increase in the rate of ornithine aminotransferase synthesis. This increase, in turn, causes the enzyme activity to rise also a few hours later. The t&es were incubated at 28' for 20 hr. At the end of incubation, the tubes wer-e cooled at 4" for 30 min, treated with 50 pl of the dextran-charcoal suspension for 15 min with intermittent mixing, and centrifuged at 1,500 x g for 7 min.
The supernatant fluids were used for counting. The counting was done as cescribed before (6) and had an efficiency of 32% for 3H. The onestep incubation does not distinguish the uncharged sites from those initially charged with estradiol (7, 8) , but determines the sum of both sites.
Immunochemical assay of OAT. The same kidneys that were used for estrogen receptor assay were also used for determination of the rate of OAT synthesis rn slices by an immunochemical procedure described earlier (6) . Briefly, the incorporation of 14C-leucine into OAT in kidney slices was determined by precipitatior with an anti-OAT serum. Radioactivities in OAT and in soluble proteins were counted.
The results are expressed as a ratio of cpm OAT x 100 to cpm/ mg protein.
Other methods.
OAT activity was assayed as before (6) Apparently, the inability of estradiol to induce OAT in liver and uterus cannot be due to low concentrations of estrogen receptor in these tissues.
We then considered the possibility that the effect was tissue-specific.
Since hamster kidney cytosol contains much higher concentrations of estrogen receptor than rat kidney cytosol (1 I), we studied how estradiol affected OAT in hamster k.idney.
The results in Table 1 show that ovariectomy did not lower OAT activity in hamster kidney as it did in rat kidney (5, 16 
